A myriad of ext t traintestinal manifestations of celit t ac disease have been described, 1 but none have included restless leg synt t drome (RLS). We report a case of celiac disease presenting with RLS. A 45tyeartold woman was seen in June 2007 for exacerbation of sleep discomfort related to an uncomfortt t able sensation in the limbs at night that also resulted in daytime somnot t lence. The sensation decreased with movement and disappeared with walking. She also reported abdomit t nal pain and diarrhea. Repeated colonoscopies in 2002 and 2006 were normal. Her medical history revealed a longtstanding anemia refractory to oral iron supplementat t tion and weight loss. A neurological exam was normal. Initial laboratory studies showed a hemoglobin of 9.8 g/dL (reference range, 13t15 g/dL) with a mean corpuscular volume of 82 fL, a mean corpuscular hemoglot t bin of 26.5 pg/cell (reference range, 3033 pg/cell) serum iron of 11.3 µmol/L (normal range, 8.8t32.4 µmol/L) and serum ferritin of 6.2 ng/mL (normal range, 30t400 ng/ mL). Thyroid stimulating hormone, folic acid and vitamin B12 levels were normal. Her 25thydroxyvit t tamin D was 7.2 ng/mL (normal, >20 ng/mL). Bone mass densitomt t etry revealed osteoporosis at the spinal level (T score, -3.2). IgA ent t domysial antibodies and IgA tissue transglutaminase antibodies (>200 RU/mL, normal <20 RU/mL), and IgA antigliadin antibodies (30 UI/ mL, normal <5 UI/mL) were posit t tive. Upper gastrointestinal endost t copy revealed an atrophic duodenal mucosa. Duodenal biopsy showed severe villous atrophy with monot t nuclear infiltrate and epithelial cell damage. A diagnosis of celiac dist t ease with secondary RLS was made. A glutentfree diet and intravenous iron supplementation abated the symptoms of RLS in 6 weeks. At the 6tmonth visit she had gained 8 kilograms and her serum ferritin level was 57 ng/mL. The patient was diagnosed as having secondary RLS and received parenteral iron supplementation for 5 days.
Restless leg syndrome in a patient with celiac dise e ease: a coincidence or an association?
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RLS occurs in 3% to 10% of the general population. 1 It can be associated with a variety of undert t lying medical disorders, especially iron deficiency. 2 Some authors have suggested that serum ferritin levels were inversely related to RLS severt t ity, but even when serum concentrat t tion of ferritin were normal, ferritin was frequently reduced in the cet t rebrospinal fluid. 2 RLS may be the only clinical manifestation of iron deficiency and when serum ferritin concentration is below 50 ng/mL, a cause of iron deficiency should be pursued. 3 Asymptomatic celiac disease was the cause of iron defit t ciency in 10% of patients referred to a gastroenterologist 4 and in 8.5% of patients with iron deficiency anemia unresponsive to oral iron therapy. 5 Central nervous system manifestat t tions occur in 10% of celiac disease patients. 6 Cerebellar ataxia is the most frequent, but myoclonus, int t ternuclear opthalmoplegia, dement t tia and multifocal leucoencephat t lopathy have all been reported. 6 Peripheral neuropathy has also been reported in association with celiac disease. It occurs generally late in the course of the disease and occasionally during exacerbations of steatorrhea. 7 Recent studies suggest that the mechanism is immunologit t cal rather than related to vitamin B deficiency. 5 To our knowledge, RLS has never been reported as a neurologit t cal manifestation of celiac disease. The association of these two dist t eases may be underestimated. Our patient presented with a simultanet t ous exacerbation of RLS, abdomit t nal pain and diarrhea. Substantial improvement of her symptoms was achieved by iron supplementation and a glutentfree diet. Iron deficient t cy or an unknown immune mechat t nism could explain the association of these two diseases.
